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Wilforine inhibits LPS-induced inflammatory response in RAW264.7 cells by
regulating the TLR4/MyD88/TRAF6 signaling pathway
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[ Abstract]
inflammatory activity of wilforine was investigated in LPS-induced RAW264.7 cells. The cytokines production of RAW264.7 cells

Objective To investigate the anti-inflammatory effect and mechanism of wilforine. Methods Anti-

was analyzed by ELISA assay and the cell viability was assessed by CCK-8 method. The expression of TRAF6, the phosphorylation
of IRAK, p38, ERK and JNK, the degradation of inhibitory kBa (IkBa) and the nuclear translocation of NF-kB p65 were further
investigated by western blot. Results Triptolide had no significant toxicity to RAW264.7 cells at concentrations of 25, 50 and
100 umol/L. and could significantly inhibit the contents of cytokines NO, IL-1B, TNF-a and IL-6. Wilforine significantly decreased
the expression of TRAF6 and phosphorylation of IRAK, and inhibited the phosphorylation of ERK, p38, and JNK and degradation
of IkBa, and reduced the level of nuclear translocation of NF-kB p65. Conclusion The anti-inflammatory activity of wilforine of
LPS-induced RAW264.7 cells is probably via TLR4/MyD88/TRAF6 signaling pathway.
[Key words] Tripterygium wilfordii; wilforine; anti-inflammation; TLR4; MyD88; NF-kB
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